Selective IgA deficiency is the most common immunoglobulin deficiency. It has been shown to be associated with numerous disorders including ataxia telangiectasia, recurrent respiratory tract infection, coeliac disease, and many autoimmune diseases (Hobbs, 1968; Ammann and Hong, 1971; Bergstrom et al., 1973) . Selective IgA deficiency has also been found in apparently healthy blood donors with a frequency ranging from 1:300 to 1:3000 (Johansson et al., 1968; Natvig et al., 1971; Frommel et al., 1973; Koistinen, 1975; Vyas et al., 1975) .
The relatively high frequency of this major immunoglobulin deficiency in turn gives rise to problems in transfusion practice. Individuals with IgA deficiency may have antibodies to IgA ). These antibodies, usually known as 'class specific' anti IgA antibodies because they react with all IgA proteins tested, can be the cause of serious anaphylactic transfusion reactions (Vyas et al., 1968b; Schmidt et al., 1969; Bjerrum and Jersild, 1971; Leikola et al., 1973; Pineda and Taswell, 1975) . Inaddition, some patients with apparently normal levels of IgA can produce antibodies of limited specificity, reacting with some but not all IgA proteins. These antibodies may also cause transfusion reactions (Vyas et al., 1968b; Pineda and Taswell, 1975) .
In cases of transfusion reaction due to anti IgA antibodies it is important to provide compatible blood or plasma derived from IgA deficient donors. The aim of this study was to establish a panel of IgA deficient blood donors to meet this need. (Hoechst Pharmaceuticals, Hounslow, UK) . Those sera failing to give a line of precipitation in the double diffusion screening test were further examined in a haemagglutination inhibition system using five haemagglutinating doses of a human class specific anti-IgA serum (JM) and human group 0 red cells coated with IgAl protein . The lowest level of IgA detected in the haemagglutination inhibition system was 0-5 ,tg IgA/ml serum. Only sera which failed to show any inhibition of the agglutinator were classified as IgA deficient (that is, less than 0 5 ,ug IgA/ml).
DETECTION OF ANTIBODIES TO IgA, IgM, AND I gG Antibodies to IgA were detected by passive haemagglutination assay using a panel of six IgA myeloma proteins (Table 1) by the chromic chloride method of Gold and Fudenberg (1967) . Optimal conditions for 1007 The frequency of IgA deficiency has been the subject of study by a number of workers (Bachmann, 1968; Frommel et al., 1973; Hobbs, 1968; Johansson et al., 1968; Natvig et al., 1971; Koistinen, 1975; Vyas et al., 1975) and reported values vary from 1:300 to 1:3000. This variation, although reflecting differences (Koistinen and Sarna, 1975; Vyas et al., 1975) . In disease states associated with IgA deficiency the frequency of such antibodies is much higher, that is, 40-44% (Cassidy et al., 1969; Vyas et al., 1969; Ammann and Hong, 1971; Nadorp et al., 1973) , and this may be related to the higher incidence of blood transfusion in such patients.
An interesting finding of this study has been the presence of anti IgA antibodies of limited specificity in four of the 34 IgA deficient donors. The presence of antibodies of limited specificity in IgA deficient individuals has not been widely reported Nadorp et al., 1973) .
Human antibodies to IgM are known to occur in normal donor populations (Leikola et al., 1971; Wells et al., 1973) ; as yet no clinical problems have been related to their presence and their significance remains unclear. The 
